The data set presented here is associated with the article "Intracellular calcium and NF-k B regulate hypoxia-induced leptin, VEGF, IL-6 and adiponectin secretion in human adipocytes" (Al-Anazi et al., 2018). Data illustrate hypoxia-induced VEGF and leptin expression in human adipocytes treated with the calcium chelator BAPTA-AM (1 mM). It also shows NF-κB p65 induced expression by hypoxia. Preadipocytes were differentiated for 14 days and then subjected to 0.5-1.5% oxygen in the presence and absence of BAPTA-AM or the NF-κB inhibitor SN50 for 48 h prior to RNA isolation and PCR analysis.
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Value of the data
The data can be used to show that lowering intracellular calcium concentrations selectively increase adipocyte expression of VEGF and leptin in vitro.
NF-kB p65 expression is induced by hypoxia. Data can be used to show the inhibition of hypoxia-induced NF-kB p65 expression by SN50 in adipocytes.
Data
Expression of VEGF and leptin in the presence of BAPTA-AM under hypoxic conditions, the expression of NF-kB p65 under normoxic and hypoxic conditions and the inhibition of hypoxiainduced expression of NF-kB by SN50 (Fig. 1) . For details, please see our full article [1].
Experimental design, materials, and methods
Human subcutaneous preadipocytes (HPAd) were grown in preadipocyte growth medium (PGM). Preadipocyte were treated with adipocyte differentiation medium (ADM) containing PGM supplemented with SingleQuots™ (containing insulin, dexamethasone, indomethacin, and isobutylmethylxanthine) for 14 days. Adipocyte differentiation was monitored by the appearance of lipid droplets (typically commencing on days 4-5 post initiation). Hypoxia was induced by adipocyte exposure to 0.5-1.0% oxygen in hypoxia chamber (Biospherix, Ltd, Parish, NY, USA) for 48 h. Parallel experiments with control cells were performed (under 21% oxygen). For calcium chelation, experiments were performed in the presence or absence of the calcium chelator (BAPTA-AM, 1 mM) during exposure to hypoxia. NF-κB inhibition was achieved by treating the cells with the NF-κB inhibitor SN50 (20 mM). Total cellular RNA and protein was extracted from the cells and stored for subsequent analysis.
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